?~~~~F ig 5 A C, post-mortem specimen of lung showing a 3 mm focus of fibrinoid necrosis surrounded by a zone ofseptal ardema and hiemorrhage. x 21 alveolar walls due to capillary engorgement and cedema. There was desquamation of the bronchial epithelium. Some of the alveolar cells were found to contain inclusion bodies ( Fig 6) .
Can the changes found in the lungs of fatal cases be correlated with the appearance of the chest films of patients surviving the initial attack? The rapid clearance of the nodular shadows might be explained by the absorption of the fluid which figures prominently in the lung sections. The persistence of the reticular markings for weeks, and sometimes months, after the acute attack might be caused by the minute areas of necrosis scattered throughout the lungs. Deposition of calcium salts in the necrotic tissue during healing could account for the nodular calcification reported by Mackay & Cairney (1960) . This might occur without radiological evidence of the presence of necrotic lesions.
Sir Aubrey Rumball (1962, personal communication) has recently described to us a patient with known sarcoidosis and a clear chest film who died as the result of an accident and was found at postmortem examination to have numerous sarcoid lesions in the lungs. Presumably, therefore, small necrotic lesions following chickenpox could remain invisible on X-ray examination until they were impregnated with calcium salts during the process of healing. Perhaps, then, chickenpox pneumonia may explain some cases of lung calcification discovered on routine X-ray examination. (4) Rapid response to specific treatment. Sixty-two per cent of cases show a 'basic pattern' in the lung fields. This combines a diminution in translucency, an enlargement and loss of definition of hilar structures, an increase in lung striation, a reticular pattern and a thickened interlobar fissure. In addition to the basic pattern, a further 36% showed punctate shadows, coarse mottling or consolidation.
The results of treatment may be more evident clinically than radiologically and there is often a residual abnormality on the chest film.
Other syndromes which include eosinophilia and lung changes are briefly reviewed and points of radiological differentiation are mentioned.
Tropical eosinophilia may recur in temperate climates in subjects who have come from endemic areas.
A fuller report of this work will be published in the British Journal ofRadiology. Farmer's lung is one of several pulmonary conditions caused by dust derived from mouldy vegetable matter. There are usually radiological changes, constitutional symptoms and spontaneous recovery. Repeated exposure causes relapse and often permanent lung damage. Conditions similar to farmer's lung clinically and radiologically are 'maple bark disease' in North America and 'paprika splitter's disease' in Hungary. In this country it is the farmer who handles mouldy hay and cereal who is mainly affected, though occasionally an identical illness may result from working with mouldy vegetable matter outside the farming industry. Reports of the disease in Britain have come from the West (Campbell 1932 , Fawcitt 1936 , Fuller 1953 , Thomas 1962 , butthe report of the College of General Practitioners (Staines & Forman 1961) on farmer's lung shows the condition to be more widespread than was generally realized. Our experience ofthe condition is based on the study of over 100 patients in mid-Wales and a small number brought to our notice from South and West Wales by clinicians and pathologists.
There are two important clinical and radiological groups. In the first the attack follows exposure and is accompanied by characteristic radiological changes. The symptoms and radiological changes usually resolve slowly, leaving a normal subject with a normal X-ray after a minimum period of four weeks. There is a further small but important group in whom permanent lung damage results; disability may be severe and the patient may die from respiratory failure or cor pulmonale.
In the first group, following the threshing or handling of mouldy hay the patient complains of cough with chills and severe exertional dyspnoea and these come on some hours after exposure. The sputum is scanty but may be bloodstained. There may be severe cyanosis even at rest, but there is little wheezing and the condition is clearly distinguishable from asthma. Fig 1 shows the right lung of a young boy in his first attack. There is a fine 'spotting' resembling miliary tuberculosis but the middle and lower zones are most involved. Biopsy in this case, when the X-ray was almost clear (Fig 2) revealed 'sarcoid-like' granulomata and in addition a diffuse thickening of the alveolar walls, with an infiltrate of mononuclear cells.
This miliary type picture is far less common than the classical appearance seen in several cases following exposure or more often re-exposure. 
